with Adl2, and is the predominent cytoplasmic protein expressed in mammalian cell lines that are transformed by Ad12. I '6 The above observations suggested the possibility that molecular mimicry may be important in the pathogenesis of coeliac disease by virtue of immunologic cross reactivity between a virus encoded protein and a peptide fragment of gliadin."1 The present study provides evidence of previous exposure to adenovirus 12 among coeliac disease patients and indicates that the region of A-gliadin that has amino acid sequence homology with the Adl2 Elb protein can serve as an antigenic determinant.
Methods

SUBJECTS
Sera were obtained from the following subject groups: (a) London, England: 18 adult subjects with active untreated coeliac disease, 19 adult subjects with coeliac disease in remission after treatment with a gluten free diet, and 35 controls from the same institution having gastrointestinal disorders other than coeliac disease. The latter included 23 with irritable bowel syndrome, and the remainder with peptic ulcer disease, oesophagitis and lactose intolerance; (b) San Diego County, USA: 30 adult subjects with coeliac disease in remission after treatment with a gluten free diet. Control sera for this group were 30 ethnic, age and sex matched healthy individuals in San Diego County; (c) London, England: 13 children (ages 9 months to 14 years) with coeliac disease in remission on a gluten free diet. Controls included 70 children from the same institution. Of the controls, 10 had cow's milk protein or other food intolerances, 12 had inflammatory bowel disease (Crohn's disease or ulcerative colitis), and the remainder had other gastrointestinal complaints -for example, diarrhoeal illnesses, giardiasis, Bechets syndrome, or failure to thrive. Subjects with treated coeliac disease had been maintained on a gluten free diet for a minimum of six months, and in some cases as long as 20 years, before study.
VIRUS NEUTRALISATION TEST
Microneutralisation tests were done in flat bottom Costar 96-well tissue culture plates (Costar, Cambridge, MA) in Dulbecco's modified eagle medium supplemented with 2% fetal bovine serum, 100 U/ml penicillin, 100 ,tg/ml streptomycin and 2*5
[ig/ml amphotericin B. Sera were tested using serial two fold dilutions and a challenge dose of 16 TCID50 Antibody to whole gliadin, A-gliadin as well as a 6 amino acid synthetic peptide RPSQQN of A-gliadin (6 mer) from within the region of homology between A-gliadin and the Adl2 Elb protein was present in the serum of untreated coeliac disease patients in London (Fig. 2) <2  18  2  2  19  <2  <2  19  2  2   2(1   2  2  21  2  <2  22  2  <2  23  2  <2  24  2  <2  25  2  <2  26  <2  <2  27  <2  2  28  <2  2  29  <2  <2  30   <2  <2   31  <2  <2  32  <2  <2  33  <2  <2  34  <2  <2  35  <2  <2 peptide (Fig. 3) , but not by the control 10 amino acid cytochrome C peptide. In contrast, treated adult coeliac disease patients from London had detectable serum antibody to whole gliadin and A-gliadin but did not have antibody, as detected in binding (Fig. 2 reflect more recent infection with Adl2, although evidence in the present study does not directly address this issue. The prevalence of antibody to Adl2 in adult control patients and in children with intestinal disorders other than coeliac disease approximated the 0-15% prevalence noted before by others for Adl2 neutralising antibody among different control populations"6 (Hierholzer, JC personal communication).
Little epidemiologic data are available regarding Adl2, although such double stranded DNA viruses can be detected in the human intestinal tract as early as the first one to two years of life.'6"2 Adenovirus 12 has not been implicated previously as a cause of human disease, and has been studied in large measure because of its known ability to transform mammalian cell lines. 27 The transforming activity of Adl2 has been assigned to the left hand 11% of the viral genome -that is, early region I,`which contains two transcriptional units, Ela and Elb in a 3-9 kb DNA segment. 
